The mechanism by which cells increase their rate of glucose uptake in response to stress is unclear. 
, causes loss of staining from the pennuclear area with a concomitant increase in staining of the plasma membrane (Fig. 1B) . Phenylarsine oxide (PAO), which abolishes insulin-stimulated glucose transport in differentiated 3T3-L1 cells (17) and in BHK cells (8) , has no effect on the distribution of the transporter in control cells (Fig. 1C) . In insulin-treated cells PAO causes the glucose transporter to reappear in the perinuclear region (Fig. 1D) . These results show that Fig. 2A) or SFV (Fig. 2B) leads to a redistribution of the glucose transporter similar to that induced by insulin, heat shock, or arsenite. Exposure to PAO for 30 mm at 6 h postinfection causes a return of the glucose transporter to the peninuclear region (not shown). Increased glucose uptake due to infection with VSV has been shown to depend on expression of the L gene, since a mutant show the same distribution of glucose transporter as cells at 37#{176}C (Fig. 2C) , consistent with a minimal effect of such temperature on glucose uptake (20); in contrast to wild-type VSV at 39.5#{176}C (not shown), mutant tsGll ( Fig. 2D) shows the same distribution as uninfected cells, consistent with its inability to induce increased glucose uptake at 39.5#{176}C (20). Taken together, these results ( Figs. 1 and 2) 
